Possible mechanisms of action of the antiphospholipid binding antibodies.
If antibodies directed against the phospholipid itself play any part in the pathogenesis of the thrombotic events, the very ubiquitous nature of the antigen dictates that no single pathogenetic mechanism can be implicated. The majority of in vivo studies recently performed have failed to show that antiphospholipid (aPL) antibodies bind cultured endothelial cells, or that they affect prostacyclin production by these cells. Previously postulated actions showing defective fibrinolysis and impairment of coagulation inhibitors (protein C, thrombomodulin and antithrombin III) have yet to be substantiated. Studies have thus far failed to demonstrate any significant binding of aPL antibodies to intact platelets, although binding to disrupted platelets has been documented.